Abstract: Inflammatory linear verrucous epidermal nevus and linear psoriasis are sometimes hard to differentiate clinically and pathologically. Although immunohistochemical expression of keratin 10 (K10), K16, Ki-67, and involucrin may be useful for differentiating both entities, these results have been reported in only a few cases. We collected data from 8 patients with inflammatory linear verrucous epidermal nevus, 11 with psoriasis vulgaris, and 8 healthy controls and evaluated immunohistochemical expression of Ki-67, K16, involucrin, and filaggrin among them. Ki-67 and K16 overexpression was similar in inflammatory linear verrucous epidermal nevus and psoriasis vulgaris compared with normal skin. Although staining for involucrin showed discontinuous expression in parakeratotic regions in 4 inflammatory linear verrucous epidermal nevus cases, it was continuous in the other 4 cases and in all psoriasis vulgaris cases. Filaggrin expression was present in hyperkeratotic regions but scarce in parakeratotic areas in both inflammatory linear verrucous epidermal nevus and psoriasis vulgaris. The immunostaining pattern of Ki-67, K16, involucrin, and filaggrin may be insufficient to discriminate inflammatory linear verrucous epidermal nevus from psoriasis vulgaris.
INTRODUCTION

Inflammatory linear verrucous epidermal nevus (ILVEN)
is a rare variant of verrucous epidermal nevus that usually occurs in infancy and rarely in adulthood. It is characterized clinically by pruritic, erythematous, verrucous plaques following Blaschko lines, and pathologically by alternating parakeratosis with hypogranulosis and orthokeratosis with hypergranulosis. 1 ILVEN may sometimes be hard to distinguish from linear psoriasis because of their clinicopathological overlap and concomitance. [2] [3] [4] [5] Although immunohistochemical expression of keratin 10 (K10), K16, Ki-67 and involucrin may be useful for differentiating IL-VEN from linear psoriasis, these results have been reported in only a few ILVEN cases. 2, [6] [7] [8] [9] We tried to evaluate the expression of Ki-67, K16, involucrin, and filaggrin for the differential diagnosis between ILVEN and psoriasis vulgaris (PV).
MATERIALS AND METHODS
This study collected data from 8 untreated ILVEN patients, 11 PV patients, and 8 healthy controls, but no cases of linear psoriasis. These patients were diagnosed based on clinicopathological features 10 and not associated with systemic disorders. ILVEN patients had no personal and family histories of psoriasis. PV lesional area was <10% of the body surface area.
We performed immunohistochemistry on paraffin-embedded sections. All patients presented with localized or linear verrucous papules, nodules, or plaques ( Figure 1A ). All patients but one had intense pruritus.
Typical pathological features were epidermal acanthosis, alternating parakeratosis with hypogranulosis, orthokeratosis with hypergranulosis, and perivascular lymphocytic dermal infiltration ( Figure 1B ).
Eleven PV cases comprised 8 males and 3 females. The average age and disease course were 34.6 ± 15.8 and 3.4 ± 4.3 years, respectively. Eight controls included 7 males and 1 female, with average age of 39.9 ± 9.8 years.
Ki-67 was expressed in the basal and parabasal keratinocyte layers of the epidermis, pilosebaceous units, and in some eccrine duct cells. Epidermal Ki-67 + cells in ILVEN (6.86 ± 2.34) and PV (5.31 ± 2.54)
were higher than those of normal skin (1.78 ± 0.83) (p < 0.01), but the difference between ILVEN and PV was not significant (p > 0.05).
K16 expression was absent in the epidermis of the normal skin. However, we observed K16 expression from the suprabasal layer to the horny layers of parakeratotic regions, while its expression was absent or present only in the spinous layers of hyperkeratotic regions in ILVEN and PV patients. 14 In parakeratotic areas, lack of filaggrin expression can result from an absent granular layer because its expression is restricted to horny and granular layers in normal skin; the absence of involucrin staining, however, might be due to insufficient production of cytokines since some cytokines can reinforce involucrin expression in both normal and psoriatic keratinocytes.
14 In summary, our results demonstrate that immunostaining patterns for Ki-67, K16, involucrin, and filaggrin may be insufficient to differentiate between ILVEN and PV. q 
